Chronic abdominal pain is a common gastrointestinal symptom experienced by patients. We have previously shown that IBS patients with visceral hypersensitivity also have evidence of thermal hypersensitivity of the hand and foot that is reversed by rectal lidocaine jelly. We have also recently developed an animal model of chronic visceral and somatic hypersensitivity in rats treated with intracolonic trinitrobenzene sulfonic acid (TNBS). The objective of the current study was to determine the effects of intracolonic lidocaine on visceral/somatic hypersensitivity in TNBS-treated rats. A total of 20 hypersensitive rats received either 20 mg intracolonic lidocaine (n = 10) or saline jelly (n = 10). In comparison to saline jelly, intracolonic lidocaine jelly reduced responses to nociceptive visceral/somatic stimuli in hypersensitive rats. The effects were present within 5-30 min after administration of lidocaine and lasted for 6 h. Lidocaine had no effects on recovered rats or control rats that had originally been treated with intracolonic saline instead of TNBS. Local anesthetic blockade of peripheral impulse input from the colon reduces both visceral and somatic hypersensitivity in TNBS-treated rats, similar to results in IBS patients. The results provide further evidence that visceral and secondary somatic hypersensitivity in a subset of TNBS-treated rats reflect central sensitization mechanisms maintained by tonic impulse input from the colon. This study evaluates the reversal of visceral/somatic hypersensitivity in a subset of TNBS-treated rats with intracolonic lidocaine. This animal model may be used in the future to study the mechanisms of local anesthetic agents applied to the gut to reduce visceral pain. Published by Elsevier B.V. on behalf of International Association for the Study of Pain.
Introduction
Chronic abdominal pain is a common gastrointestinal symptom that affects large numbers of patients in the US. Even though the pathophysiology of visceral pain or functional bowel disorders is unclear, visceral hypersensitivity is a common biological marker of many functional bowel disorders such as the irritable bowel syndrome [21, 29] . The cause of visceral hypersensitivity is unknown, but several mechanisms have been proposed that include triggering events such as inflammation, psychological or environmental stress, or post-injury sensitization [16, 18] .
Many patients with functional abdominal pain frequently complain of pain in body regions somatotopically distinct from the gut. This suggests that central hyperalgesic mechanisms may be involved and that the hypersensitivity may not be limited to the gut. Interestingly, 
